It is now recognized that the presence of a portion of an extra chromosome may be associated with some of the features characteristic of one of the autosomal trisomic conditions (Patau, Therman, Inhorn, Smith, and Ruess, I96I; Patau, Therman, Smith, Inhorn, and Picken, I96I; Zellweger, Mikamo, and Abbo, I962; Gustavson, Hagberg, Finley, and Finley, I962; Dent, Edwards, and Delhanty, I963). The present case probably represents such an incomplete trisomy, where there appears to be an extra chromosome that does not fit readily into any of the accepted groups and in which the clinical picture is not entirely typical of any of the recognized trisomy syndromes. As the recording of detailed cytological and clinical data in such cases may be of value in the elucidation of possible specific effects of different chromosome regions, the following case is presented.
Case Report
This was the first child of intelligent parents: the father, a machine operator aged 30 years at the birth of the infant, has since died of a coronary thrombosis, and the mother, aged 22 years, is apparently healthy. Pregnancy was uneventful but went i8 days beyond the expected date of delivery before being terminated on July I0, I963, by an artificial rupture of the membranes after a medical induction had failed. Forceps extraction of the head was carried out because of foetal distress during the second stage.
The male infant (weight 3,I80 At necropsy carried out 8 hours after death, apart from oedema of the orbits, some hypertrophy of the breasts, and the colostomy, the external features were those already described. The lungs showed circumscribed areas of consolidation in the right lower lobe, found on microscopy to be due to infarction with pneumonia. The heart was anatomically normal, though there was a moderate amount of right-sided dilatation and slight ventricular hypertrophy. The ductus arteriosus was closed. The uvula was bifid but the soft palate was otherwise complete (Fig. 4) .
The distal loop of the large intestine was progressively dilated and ended blindly about 2 cm. from the anal skin, a well-marked recto-urethral fistula being present. The right kidney and ureter were absent. The left kidney, grossly enlarged (weight 73 g.), was infarcted together with its associated suprarenal gland. The left renal vein and most of the inferior vena cava were distended with antemortem thrombus. The right suprarenal gland, though congested, was normal. were vestigial, being composed of undifferentiated nerve cells and were connected to the brain by a minute blood vessel only. The cribriform plate was small.
The only family history of congenital malformation is that a brother of the propositus' mother had one normal infant and one with an imperforate anus and accessory auricles (Fig. 6 ). This child is now apparently well after a successful operation. (Fig. 7) . The extra chromosome in each cell was abnormal: in size, it was approximately equal to or slightly shorter than a 21-22 chromosome, but it appeared to be slightly more metacentric. In some cells, satellites were visible on its short arms (Fig. 8) and it tended to associate with other satellited chromosomes.
Blood specimens were taken for chromosome studies from 6 other members of the family (II. 2, 3, 5, and 6, and III. 3 and 4). In specimens taken from III.4 and 11I.3 on two occasions, cells suitable for examination were few (Table I) , but those seen were examined in detail, and in none was the abnormal chromosome seen. arms of a 2I-22 would produce a chromosome similar to the one described, though perhaps the aberrant chromosome is too long for this. A pericentric inversion would account for the more metacentric appearance of the chromosome. Gross deletion of the long arm of a 13-I5, with loss of the acentric fragment, would also account for the abnormal chromosome (Fig. 9) . From a clinical point the three well-recognized autosomal trisomies have to be considered in this case. No specific syndrome has so far been associated with trisomy 22, though a number of cases have been reported (Hayward and Bower, I960; Turner and Jennings, I96I; Dunn, Ford, Auersperg, and Miller, I96I; Biesele, Schmid, and Lawlis, I962) with trisomy of the 2I-22 group, having none of the features of mongolism. The present case appears to have no significant similarities with these cases.
No clinical or pathological features of mongolism were present, which seemed to eliminate incomplete trisomy 2I. However, it may not be impossible that that part of the chromosome, which when present in the trisomic state is responsible for the expression of mongolism, was the part that was deleted in this case (Ellis, Marshall, and Penrose, I962) .
Our patient shows some clinical and pathological features of the 13-15 and 17-I8 trisomy syndromes. As shown in Table II , the only features of the 17-I8 trisomy found in the present case are those common to both trisomies, with the possible exception of micrognathia. This, which is a constant feature of the 17-I8 trisomy syndrome, has, however, been described in a number of undoubted cases of I3-15 trisomy (Lubs, Koenig, and Brandt, I96I; Rosenfield, Breibart, Isaacs, Klevit, and Mellman, I962; Northcutt, I962 
